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Organophosphate poisoning is not uncommon, and its presentation may be deceptive.
CASE REPORTS Case 1
A 66-year-old man was found collapsed in his home. Shortly after admission to the casualty department he suffered a cardiac arrest during which complete heart block was demonstrated. He was resuscitated with an isoprenaline infusion while a temporary transvenous pacing wire was inserted.
He had a history of depression and a previous episode of complete heart block treated at another hospital when he had refused a permanent pacemaker. He consistently denied any contact with poisons.
On admission to the intensive care unit he was in sinus rhythm SO/minute and scattered coarse crepitations and small pupils were noted. There were no other abnormal neurological signs. Twelve hours after admission he had an episode of bradycardia and developed muscle fasciculation. During the next 12 hours he developed increasing coarse crepitations increased bowel sounds and was incontinent of urine and faeces. Apart from the episode of bradycardia his pulse remained around 90/minute. Thirty-six hours after presentation his level of consciousness deteriorated and a computerised axial tomography scan was performed; this was normal. A review of his condition led to a tentative diagnosis of organophosphate poisoning which was ·M.B., 8.S., Anaesthetic Registrar. tM.R.C.P., F.F.A.R.A.C.S., Specialist in Intensive Care. confirmed by plasma and RBC cholinesterase estimations ( Table 1 ). Because of deteriorating respiratory function the patient was intubated and ventilated. Treatment with praiadoxime and atropine were instituted. After seven days he recovered from his overdose and further care was undertaken by the psychiatric department.
Case 2
A 62-year-old man, who had been suffering from intermittent epigastric pain for two weeks, collapsed at breakfast. On admission to the casualty department he was disorientated, had a profuse diaphoresis, respiratory distress and a considerable amount of frothy secretions. His pulse rate was 70, blood pressure 160/S0 and JVP not raised. The ECG was normal except for the occasional atrial ectopic beat. On the basis of his signs and chest X-ray a working diagnosis of pulmonary oedema, possibly secondary to acute myocardial infarction, was made. Breathing room air he was hypoxic (P02 42 mmHg), hypercarbic (PC02 58 mmHg) and had a metabolic acidosis (BE -5 mmol/l). Treatment with frusemide and aminophylline was instituted.
He subsequently developed twitching followed by a convulsion. He was intubated and admitted to the intensive care unit comatose and with pinpoint pupils. Over the next six hours he developed rapid atrial fibrillation and diarrhoea. The crepitations disappeared. The gastric aspirate was obtained and thought to smell like insecticide. Plasma and RBC pseudocholinesterase levels confirmed anticholinesterase poisoning (Table  1 ). His wife consistently denied any possibility of poisoning. The patient required positive pressure ventilation and was treated with praladoxime and atropine. After ten days he was discharged from the intensive care ward.
DISCUSSION
The manifestations of organophosphate poisoning in the acute phase are those of parasympathetic overactivity (muscarinic effects), weakness and fasciculation of skeletal muscle including respiratory muscles (nicotinic effects) and central depression. I 3 These features are well described in the paper by Ganendran. 2 Long term effects may occur especially in the nervous system (polyneuropathy).3 Localised manifestations may occur after exposure to a directly acting organophosphate. 3 ,4 The severity of poisoning may be quite variable, from latent where the only evidence is a depressed serum cholinesterase activity, to severe, where a fatal outcome is imminent without rapid effective treatment. 3 The symptoms may arise as early as five minutes after a massive ingestion or up to twelve hours later, but always manifest within twenty-four hours. The most serious of these are respiratory failure, resulting from muscle paralysis and bronchorroea, and cardiac dysrhythmia.
Diagnosis depends upon history, signs of parasympathetic over-activity, improvement with a trial of atropine and pralidoxime, and most importantly demonstration of reduced plasma and RBC cholinesterase activity. The history may be non-contributory and in fact quite misleading. Miosis is a characteristic finding and may persist after death. Muscle fasciculation is another important sign and certainly helped to establish the diagnosis in the first case. It was absent in the second case although some muscle twitching was noted prior to a convulsion. The characteristic odour of some organophosphate insecticides may aid the diagnosis.
In each of these cases an acute emergency directed attention away from the other manifestations of organophosphate poisoning. The first patient presented with complete heart block and the second with respiratory distress thought to be due to left ventricular failure. In each case the onset of signs was erratic and varying in intensity, with occasional spontaneous resolution (e.g. the complete heart block reverted to sinus rhythm). In addition the possibility of contact with poisons was consistently denied. In Case 1, which was not diagnosed for nearly two days, the patient had previously attended another hospital where it is probable that the same condition had been missed. His refusal of a permanent pacemaker on that occasion following a near fatal episode of complete heart block must be regarded as significant. In the second case the two weeks of abdominal pain may have resulted from an initial abortive suicide attempt.
Any patient who has excessive secretions from mouth, eyes or respiratory tract should be suspected of organophosphate poisoning especially in cases of collapse or cardiac arrest of uncertain aetiology.
Early diagnosis is important as specific therapy is available. In addition, unabsorbed poison may be removed from the gut and inappropriate therapy such as permanent pacemakers can be avoided.
